We hereby report a case of Kawasaki disease in a 32 year old male, with giant aneurysm of both coronary arteries and severe LV (left ventricular) dysfunction who underwent OPCAB (off pump coronary artery bypass grafting) two years ago. He presented with acute myocardial infarction of his anterior wall of left ventricle. He was stabilised with medical management and was taken up for surgery when his enzymes became normal. His LV function had improved over the time and now has a good ejection fraction.
Case Report
A 32 year old male presented with severe LV (left ventricular) dysfunction and a history of acute anterior wall myocardial infarction (AWMI), 10 days ago, in gulf. His coronary angiogram (CAG) done showed, multiple giant aneurysms in both his coronary arteries. That is, in the left main coronary artery (LMCA) at its bifurcation, and in the right coronary artery (RCA). His LMCA aneurysm was compressing the trunk of circumfllex coronary artery. The flow through the aneurysm and to the distal LAD was minimal (Figure 1 ). The aneurysm in the RCA was not causing any flow limitation in the distal RCA (Figure 2 ). In view of his coronary lesions on the left side and severe LV dysfunction, he was taken up for off pump coronary artery bypass grafting, after stabilizing his hemodynamics. Echocardiogram showed a dilated LV and an ejection fraction of 20%.
Surgical Procedure
Along a midline sternotomy incision, the chest was opened. The coronary aneurysm was seen adjacent to the pulmonary artery (Figure 3) , which was about 20 × 18 × 18 mm in size. OPCAB was performed using saphenous vein grafts (SVG), as the left internal mammary was atretic. He had a SVG to LAD, Diagonal and obtuse marginal coronary artery. The top ends of the vein grafts were anastamosed to the aorta using a side clamp. No IABP (intra-aortic balloon pump) was used. As the CAG showed an ante grade flow into the aneurysmal sac, we decided to ligate the left main to prevent further aneurysmal dilatation ( Figure 4 ) the patient was stable all through surgery. His post operative course was unevenful. One year later his review showed an LV improvement to an ejection fraction of 35% -40%. He was active and working. We recently reviewed him after two yearsand his LV had improved significantly and had an EF of 50%.
Discussion
Kawasaki disease, or mucocutaneous lymph node syndrome, occurs predominantly in children and rarely in adults [1] . Signs include acute vasculitis, mucosal inflammation, rash, cervical adenopathy, hand and foot swelling [2] and in the most severe cases, aneurysms develop in one or more coronary arteries [3] .
Congenital coronary artery aneurysms are rare. The most common etiology is atherosclerosis, present in 50% -80% of cases [3] factors, and the progress of these patients should be followed into adulthood [4] .
The most important predictor of myocardial infarction and other chronic sequel is aneurysmal size [5] . Giant coronary artery aneurysms have a poor prognosis.
They do not regress and usually result in ischemic heart disease. Affected arterial segments eventually calcify, thrombose, or become stenotic. Coronary revascularization is recommended for patients with giant or multiple coronary artery aneurysms or significant stenosis [6] . Overall mortality is low for such operations, and graft target sites are easily accessible, since most coronary artery lesions occur in proximal segments with little distal involvement [7] . The unusual presentation of this case in adult hood and with severe LV dysfunction has made this an interesting case to be presented.
Kawasaki disease in adult is definitely a rare entity, and its cause has been always a mystery. One of the currently most accepted theories [8] suggests that the disease may be caused by an infectious agent, probably a virus, which is inhaled and infects medium-sized ciliated bronchial epithelial cells. This non-identified tissues (vascular and ductal tissues). In the coronary tissue, the infection leads to the secretion of vascular endothelial growth factor, matrix metalloproteinase 9, tumour necrosis factor-α and other pro-inflammatory cytokines. This immune reaction destroys the intima, internal and external elastic laminae of the coronary artery which are fragmented, and ballooning occurs leading to an artery aneurysm [9] .
Conclusion
Adult Kawasaki disease has been a rare entity. And its presentation usually follows a definite symptom in these patients' young age. These patients are usually symptomatic during their infancy or in adolescence. The absence of symptoms in this patients childhood and his presentation with just heart failure and acute myocardial infarction in his thirties, in fact prompted us to present this rare case.
